A 36-year-old womanwith positional headache was found to have primary low cerebrospinal fluid (CSF) pressure syndrome and galactorrhea. The CSFpressure at lumbar puncture was not measurable. Magnetic resonance imaging demonstrated that the ventricle and cerebral sulcus were narrowed and the pituitary stalk was oppressed by the brain. Hyperresponsiveness of prolactin was noted after stimulation with thyrotropin-releasing hormone.These abnormalities disappeared with normalization of CSFpressure with the treatment. Galactorrhea was apparently due to oppression of the pituitary stalk by downwardmovementof the brain. (Internal Medicine 32: 228-231, 1993) 
Introduction
Low cerebrospinal fluid (CSF) pressure syndrome is characterized by a posture-dependent headache and low CSF pressure (1) (2) (3) . The condition is usually seen after lumbar puncture, cranial surgery, head trauma or meningitis (1) . LowCSF pressure rarely develops spontaneously without an obvious precipitation event. This syndrome was first described by Schaltenbrand in 1938 (4) , but the etiology has not been clarified.
Here, we report a case of primary low CSFpressure syndromeassociated with galactorrhea, and discuss a possible pathogenetic mechanism of this syndrome.
Case Report
On August 9, 1991 a 36-year-old woman developed severe bilateral headache which was aggravated in the upright position and subsided in the supine position.
Subsequently, the posture-dependent headache worsened and was accompanied by nausea induced with nonsteroidal anti-inflammatory drug. Symptoms became intolerable and, on August 16, the patient visited our clinic and was admitted immediately. She had no history of trauma or physical illness, and her menstrual periods had been regular.
There was no mental disturbance. (Fig. 1A,C) . Baseline plasma adrenocortico-tropic hormone (ACTH), cortisol and urinary 17-OHCS were 62pg/ml, 13/ig/dl and 2.2mg/day, respectively.
Serum thyroxine at 118 ng/dl, triiodothyronine at 7.6 \igl dl, and thyroid stimulating hormone (TSH) at 1.05 jAV/ ml were within normal limits. Basal serum prolactin level of 17.6ng/ml was also normal. Delayed responses of growth hormone (GH) and ACTHwere shown in stimulation tests with GH-releasing factor (GRF) and corticotropin-releasing hormone (CRH), respectively ( Fig. 2A,B) . Luteinizing hormone (LH) and follicule stimulating hormone (FSH) showed low responses to LH-releasing hormone (LH-RH) (Fig. 2C ). TSH showed a normal response to thyrotropin-releasing hormone (TRH) , but prolactin was hyperresponsive (the maximum level was 436ng/ml) (Fig. 2D ).
With bed rest and intravenous transfusions of isotonic solution, the patient's severe headache decreased gradually. Three weeks after the onset, she was able to walk and galactorrhea ceased. However, seven weeks after the onset, the patient still reported a heavy sensation in her head, and CSFpressure at repeat lumbar puncture was still OmmHg. The patient was discharged on September 20 and was given diphenidol at the outpatient A follow-up MRIshowed no enlargement of the pituitary and no oppression of the pituitary stalk, with normalized tight sulcus and ventricle findings (Fig. 1B,D) .
Discussion
This patient had a severe positional headache and unmeasurable CSF pressure without an obvious cause, In most reported cases of the syndrome, recovery was complete within 2 to 16 weeks (2). However, approximately 10%of the patients with primary low CSF pres- 
